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Progress on the treatment of metabolic associated fatty liver disease
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Abstract: Metabolic associated fatty liver disease (MAFLD) is a complex disease regulated
by multiple mechanisms, including metabolic, genetic, environmental and gut microbiological
factors. The incidence has shown an increasing trend. In recent years, many studies on MAFLD
have been actively carried out, remarkable results have been achieved, and new targets and
drugs have been discovered. However, there are currently no American Food and Drug
Administration-approved specific drugs for the treatment of MAFLD, and the existing standard
treatment relies on improving lifestyle, mainly including diet and exercise. The purpose of this
review is to provide an overview of the pathogenesis and progress in the treatment of MAFLD
and to provide clinicians with new directions on the treatment of MAFLD.

Keywords: Metabolic associated fatty liver disease; Metabolic dysfunction-associated
steatohepatitis; Life style; Pharmacological therapy; Bariatric surgery
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